Renal failure associated with ergot poisoning SIR,-In their case report on "St Anthony's fire and pseudochronic renal failure" (8 October, p 935) Drs C D Pusey and D J Rainford found no reports of acute renal failure in ergotism. I would like to report a case of acute renal failure in association with ergot poisoning.
A 37-year-old woman was admitted with a history of intermittent claudication associated with a very high intake of ergotamine tartrate tablets for the treatment of migraine. Both legs were cold, with absent foot pulses. The temperature of the left great toe was 23 C. She was treated with anticoagulants, oral tolazoline, bilateral femoral, sciatic, and tibial nerve blocks, phentolamine and sodium nitroprusside, methylprednisolone, and lowmolecular-weight dextran 40. Her systolic blood pressure dropped as a result of this treatment to an average of 60 mm Hg over the next 8 h and then rose to above 100 mm Hg. During this time she was given 20 mg of intravenous frusemide and passed 1 1 of urine over the next five hours. The haemoglobin and blood urea were normal on admission. After her initial diuresis her urine output ceased and she went into acute renal failure with the blood urea concentration rising to 43 mmol/l (260 mg 100 ml) on the ninth day after admission, at which point peritoneal dialysis was begun. Renal function returned to normal, as did the skin temperature in both legs. An intravenous urogram and creatinine clearance done later were both normal.
Gabbai et all in their description of an outbreak of ergotism reported blood urea concentrations rising to 10-20 mmol/l (60-120 mg/100 ml) and, in the four patients who died, blood urea levels of more than 25 mmol/l (150 mg/100 ml).
Hypotension in association with treatment with low-molecular-weight dextran is a wellrecognised cause of acute renal failure.2 3 It is reasonable to postulate that this was an unlikely cause for the development of acute renal failure in a patient who was young, with normal kidneys. A combination of the hypotension, dextran infusion, and renal artery narrowing secondary to the ergot poisoning is a more likely cause of the development of acute renal failure. It is difficult to be sure which of the two contributing factors was of more importance, the ergot poisoning or the hypotension and associated dextran treatment. However, the possibility exists that -the ergot poisoning was the most important of the contributing factors. Mobilisation after myocardial infarction SIR,-Your leading article on this subject (10 September, p 651) does not emphasise the ease with which a rehabilitation programme can be set up in a district general hospital.
We at Lewisham have, over the past 18 months, had 150 patients through our rehabilitation unit, and, although it is quite true that 20 % or so usually drop out at some stage during the course, the majority gain considerable psychological benefit. Their increase in physical fitness and morale is testified to by all who come in contact with them, particularly their immediate family. Our unit is run by one of the physiotherapists with a doctor who meets once a week with a member of the medical team to iron out particular problems. It does not require any particular resources and has certainly not put any great strain on the finances of the hospital.
The enthusiasm of many of the participants has been such that they have started, with the help of the Inner London Education Authority, a coronary rehabilitation class at night school, which is well attended, and we hope to extend this aspect of the programme. This research has now been completed and, although many aspects are not of general interest and are being published elsewhere, the final figures showed that during the 13-week period from 1 November 1975 to 31 January 1976 20 896 inspections were made and 3709 injuries noted. Of these, only one was bilateral and it was clearly seen to be non-accidental and one of a series of incidents within that family.
S A LAING Sensitivity discs are a test of sensitivity to antibacterial agents; resistance cannot be inferred. Sufficient concentration of noxythiolin may not be achieved by diffusion from discs to inhibit growth of those bacterial strains with a high minimum inhibitory concentration relative to noxythiolin. That such "resistant strains" are killed by relevant concentrations of noxythiolin was elegantly demonstrated by Dr Chattopadhyay. Employing dilutions of noxythiolin in broth culture to "simulate urinary tract infection" he found "resistant" organisms to be totally killed at a concentration of 1-250% noxythiolin. This is half the concentration recommended for treatment of
